The excellent report by Gillessen-Kaesbach et al 1 on seven patients with a consistent phenotype which is unusual for Angelman syndrome reinforces the emerging notion that features resembling those of Prader-Willi syndrome can be associated with molecular defects classically leading to the former but not the latter. In addition to these patients and the references cited in the paper, another girl with clinical features resembling Prader-Willi syndrome, inversion-duplication of 15q and absence of maternal methylation pattern was recently described Dupont et al. 2 In the same context, it should be noted that the partial paternal disomy mouse model for Angelman syndrome shows obesity as a consistent characteristic. 3 Reviewing earlier literature, one may find striking similarities between the patients reported by Gillessen-Kaesebach and the condition described by Clara and Lowenthal in four siblings. 4 
